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Research progress on the role of inflammatory factors

in intervertebral disc degeneration
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HE ] 1R 7% (intervertebral disc degeneration,IDD) j&
— VR AR R R T R R Y LR IR 2 — H
HATX T3 1DD iy B 5w R B8 . DA I iF 9
B1,1IDD J& — A~ Z W 2 A0 HAE R & 20l B, L EBRRAE
R T) 4 40 B 9 T 200 A7 R B A R 40 i 3R T AR B
BEAh T T A 2 B 120 B A 2R b R IR BE B 1 4 S AE I
FAE R 28 ME 8] % (intervertebral dise, IVD) H i B 6 1K1, [A]
i, B A WFoE R WP i 2 R -] B AE IDD kA ke
HEELEMEN, MiERAMIETT IVD W R AE B 7 KF
T, REEAREE (aggrecan,AGC) FKJH (collagen,
COL) B i 56 , IVD 40 g 22 8 g2 |5 HoAR b i e R T
BRI PR R B i T B AR L PR A SCE 72 A 9 i
AERAE A T IOF S OS IR  HAE 1DD 2 A2 v i B AR
F, 9 1IDD B3R 7 4 AT B

1 HAHRENTE

4014 Z (interleukin , 11L) & —ZS 40 i [H 18 K i,
A F A PN 4 R 22 BN G W, AR R 5% 4y WA E B AR
FHF 22 Rl S0 200 B, 76 S0 758 400 0 0 3800 7 A S TG P ) T
TR 4 G928 107 25 4 ot B v A A 2% R R T Y ML L T WD AR A
YEFAS IR 43 42 2 A 46 R 7, 56 5 IDD #5942 4 97
Mw, BRroFsy ZEER T 1L-1.6,17 M 21 X WU R AE
R T3 0 TL-38 1 10 S50 7450 5 P D) 3 2 1828 AH 2
HIVE
1.1 1L-1

IL-1 7458 IL-1a AT IL-1B, H R TR 3
KB AN, 0T FTVD 27 20 58 0B 20 R 2 A 4
FEAB9 ) Le Maitre SF00% B, TL~1 W] 42 1k 56 o [ A 25 2n
I it 42 J® 2 1B 3 (matrix metalloproteinase 3, MMP-3) #ll
M/ b s BB A A E 4 JR K 4 (a disintegrin and
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metalloproteinase with thrombospondin 4 ADAMT-4) % %
FREAIN T R (extracellular matrix, ECM) 840 COL 1
COL I Ft AGC DA S {2 4 ot & W% 5% sk I T (SRY —box
transcription factor 6,50X6) ik F [, IRl T8 %
AR FEER AR TVD X IL-18 1 & B A [A] 3R 48 TVD X
IL-1B S R 3 (B AR 6 1E 1 4 M 5007 ), i AR IR 28 TVD W
U, Gu SN PE AL /N RNA-146a (microRNA-146a,
miR-146a) 7k IVD H (9 A= 92 45 1T, 1 TL-1 AL 3 IVD )5
%W ADAMT-4 ADAMT-5 MMP-3 #1 MMP-13 fi% %3k &
EHN, g miR-146a J5 A0 LR BE R L (P<
0.05). XUVEAENIH 1L-18 Ab ¥4 IVD J5 &3, MMP-13 1)
FIBACF B AL I, B -1 W 2 AR

R HxF IL-18 5 IDD WA 55 #4523 7 F 1L-
Lo, [BJE H TR T AGC 23 bl i 45 SCHEAE IS M, T
A, F WA SR 5 IR AR L, 1B AE B IVD H IL-1a
5 MMP-2 F ik K, B B e — B M SR 52
Bl Maeda 519K 3, TC 1Ll £7 7E I A2 F0 80 J2 £F 4 35
(anulus fibrosus,AF) A9 AGC & i 3 % Bl 4 % 389 Jin i B
% T IL-loc F77ERS, LSRN AR 3%, B IL-1 %5
A AR FH XS IR AR IR W, FHOBR AR T R X
(nucleus pulposus,NP) £ IL-1a 4b 3 J5 5 X) B2 L3R
T2 3 3R (AGC B A48 b5 ) 19 3% =, 45 R WK LI 4Lz Wy
JOT i d S R L I S A ) R AR L 25
IR IL~1 )3 A3 ECM RS il 40 ) ECM & i, 35 T
Z5 DD Ptk Ml TL-1 B LAodi 55 ke, wl
fefa B T E ¢ IDDM,
1.2 1L-6

IL-6 &4k BH 7 5005 v i — 2 B 22 T 28007 19 40 i
K, BERE /R T T B bk I 40 M, 175 S OO 7 A K a4t
T R PR e AT VR FRUOL T BB AE IDD rh e T B
WEFERN], GR7E IVD N IL-6 S IE R 8, HEZ
IVDJA [ 09 A 2R L8 E ORI, 2 T2 B I 1L-6 5%
TEREXT IVD 77 A Bl M, Chen 45PE ML, IL-6 A 3 1 fi%
FR B TR AL P TS Yes #H B (Yes—associated protein,
YAP) , #E M FEAE T Sox-9.COL T Al AGC (¥ 3£ ik, H 42 i
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MMP-13 B4 %, RIEBGES] T 1L-6 7T Ll it YAP1/B-
catenin il P2 ECM FEAR o 52 TARSF2L I 11L-6 40 PR
B NP 4 J5 4 i COL I A1 AGC 435, 1 MMP-9 A
MMP-13 W & 2 85 005 oAb %A 538 Kk B IL—6 1] il i
A 1 Wl i T UL —3— U8 /25 VRS B (phosphatidylinositol
—3-kinase/protein kinase B,PI3K/AKT)id il # COL II #
Fik o LE LA IL-6 76 IDD 2o 2 v & B3, 5 Al il i
W% YAP1/B-catenin (4 PI3K/AKT i ¥ 5 1 ECM 1t
WM IDD #E R T 1L-6 & 7 i AT 2 H A oy 5 1R i 12
RSN ECM 7 A B e | 38 55 2E— 2L IR ABIEIE

Wb iy — 2B R N, AR T R I, A0 H A 25 24
R Z A Yan 5520 B, IL- 11 76 50 20 ACi rh il fig
A R AR ARG R 1L-18 51 (% MMP-
1 Al MMP-13 R k3 3% Bt TL-11 38 0l 5 8 8l 15 5 5%
TR AL 7 3 (signal transducers and activators of
transduction—3,STAT3) 3 i b 2 1 90 4 @ A 1 6 40 6l 551
(tissue inhibitor of metalloproteinase, TIMP) [ 3 ik 7K -,
BAYE RSN, mILar il IL-11 % IVD #a 2 Aia]
HEH A T2 AR VE T, AR 38 0 N A 50, 200 R L AE
IDD 2 & i (7 F AL
1.3 1L-17

IL-17 EZ BB T 40 17 (T helper cell 17,
Th17) 24010 7> 4, AT th A 285545 T(natural killer T,NKT)
20 D DA% W 0 i A A B FE AT TVD A AR,
C AR R BT IL-17 TEX 505  SEAE AR JN 38 A I e 1
SN T B A T AR IR, [ BREBK K SR B 5 IE R AR
B 7Z TVD o IL-17 FRIAK -V 835 B, #278 HAE IDD
AP REAEE T EENEM . MG, Banimostafavi
A ST L T AR A B A2 R AR A i IL-10
HIL-17 198, IR A8 25 L3 IL—-17 7K1 L 3 &
TXFHEA  BEAh, Yao SFPIH R () ¥k B 66 18 19 TL-17 40 3%
NP 40 )i, % B MMP-13 35 W] 4§58 , 1 COL I 895 %
), COL 1 iy 3820 25 The (4% ECM & U 73 i 2R
iy, B RS R A4S i IDD BEFE e AT, IL-17 778
AZIVD PR IAIEN,  FLRTE A ECM AR Al Y A
B ECM B LA I 28 B8 N2 5 IDD kA4 &
14 1L-21

IL-21 J& —Fh J5 F CD4+T 41 fi A NKT 40 B ¥ % 9
B, 5 B G P A48 P 2 9 e g A DGR,
AT AL IDD RIIE 8 ABE 1L-21 78 NP 48 it o iy 2 3k LA
KA JE L e R R AR 2 TL-21 P R A R M 1t
Y 3 Tk HEW 121 T RBAE IDD o 22 b R 35 1 B2
BRI P, 2T DU FAL T 2 5 2o, Chen 48P 1L-21
AEFE AL NP 41 J5 , ADAMTS-7 Hl MMP-13 (135 B &
e, ) A — s R R W] IL-21 2 5 IDD MAEFHHL
i, B A] E 5 Al 0 ECM B g Jin ¥ 1DD

ZE Lk IL T3 i 520 ECM AR, in IDD i A%
5L IDD Ol s R IL 45 A A b P
W, MR BRT LR IL 2 5k 82 AN i 2 A IL(An
1L-2 11-7 1L-8 %) 5 1DD ) & A= F & e 6 R % P {1
B DD iy EARAE FE AL 0 S I BA7 75 0 — 25 1 ¢

2 MEREETF o

JihJEE SR F o (tumor necrosis factor—alpha, TNF-
o) B M IR H 8 R A e B 2 R D) Re Rk
37 £ 412 5 PR 7191, TNF—oo 355 plt F A% W 40 5, 4l 7]
PLH IVD 40772k, JC Ho2 AE 1R 748 TVD Hp & 5 B4, 22 1w
IR AE AR ECM REMR AR RRE RS L A S
R, 104 TVD 55 TNF-a J5 , 180 & 1R 17 P k22 an
USRS R R R B AR TL-1B A5 3R kY
i, F W] TNF-o AT RESE IDD B9 9K 3 (R AR B, Bl 45 BF 5 69
WIR A, B UEdEF B TNF-a 7] DL 58 MMPs #1 ADAMTSs
TE IVD ik, AT 3E ECM 2 e, KA LK, TNF-
o — 2 IDD 5 4 K P i i 58 $8 0, ST i F 5 45 2R
126 ) TNF—cu T B 3 22 50 0% {6 26 11 9 p38 (p38
mitogen—activated protein kinases,p38 MAPK) .c—Jun %%
A ¥ (c—Jun N—terminal kinase,JNK) %% 5 K F—
kappa B(nuclear factor Kappa B,NF-«B) 4 fg 45 45 &
[ 34 B (extracellular regulated protein kinases, ERK) %5 {5
5388 O R T A Tl BE AT S 5 IDD i AR

P, 30 TNF-o 51 A2 ECM R i 16 200 14 5
AT RE AR IVD 51 42 45— Flopt (36 97 Sk, e fk
AR B F Bl (transforming growth factor, TGF-1 )8 i i
T ERK1/2 38 #E 45 T TNF-a 53 10 NP 468 MMP-3 1
A AT 055 TNF—o 42 3 i 4 P Cho ZFHWIH TNF-a
FIL-1B 4b B AF 201 J5 % 3L MMP—1 B 7K 5 i 35 58 1
M JE BB A K EHEH 2 (bone morphogenetic protein
2,BMP-2) 8t TGF-B1 #4TIAY7 5 MMP-1 FE{K Al AGC
i, HLP R R F AR . Kim 224 TL-1 #1 TNF-a
AP NP 40 )5 COL IR AGC Rk, i 36 &AL i 2
(cyclooxygenase—2,COX-2) F1 MMP-3 & ik 3 fin ; 7 it 3
filh B ACE 9 /MR 9 13 (platelet riched plasma, PRP)
Jei B S0 A T 1 R

3 —|s4RE

— AL A (nitric oxide, NO) &% H1 £ Fh 40 28 40 g 4 2
% B WA A2 O = A 0 — RTR IR A By -, 2 5
Z P L LU AR, 7R S E U3 T T K FEAS T A e 1) R
FHE ST GRS 5 IEH TVD (19 NO & it 3 %) NO 4141
KR IEAT /3T ) K B, AR A8 TVD 1) NO & B R IE R B 35 T
e H A2 TVD A B TR 2R 2 27 A e LR 4 2 4 it
A W, Lin 4 ¥ R AZ VD imA NO #1057
(NG —methyl —L —arginine, L-NMA) &k fit A (S —nitroso —
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Nacetylpenicillamine, SNAP), 53k M4 [ )5 & B, L-
NMA B A& T NO #) = A I 4w T AGC 1 43 il
AT SNAP W IN T NO & BEIF M6 AGC A s 5, 12
FIEHE 25 FPTiR  NO & i TH & al Ikl AGC & 8,
i NO G B il 550 0 ) DL 33X — 33 & 3X % DD
IHIT B SR 3

4 BIFIRRE E2

CIRZ S (prostaglandin,PG),tE:l:T“‘?Zﬁ?’f‘ﬂ;/\ﬁg A )
— M 2R R IR E Y, Hohwr s iR R E2 1
PGE2 J&: — F i 31 % 5 i (cyclooxygenase , COX) f# 1k 1€ /&
DU s i 7= A 1) — o 2 AR 5 R P I 22 A B
A3 o L AR AR FNIE H VD AS R i COX=2 Al
PGE2 it &3, B4 IVD [ COX-2 Al PGE2 % 1F % 1%
hn, BLBEAZ AL G B COX-2 F1 PGE2 % IVD #h i 3%
K HR PGE2 A COX=2 7 1DD Wl R EZ A/EH,
5 TVD A7 A B Lin SFRME 0 N TR AT B 4 A0 T A
IVD J&, THilZH IVD & Bk TX5 fi2H, HAE MRI /% T2
TIAL MG 1 005 5 SR 38 7 0 D TR FF A Sk e 15 O ™
[ 1DD #1265 1ZHF 5T A BAAE BE LRl 1o NP 5 875 T3 2
WG A B, T 40 NO Fl PGE2 1y e J 25 34, it
AGC F1 COLI Ay Fak iAo N T ik —25 i 51— K
LA G/ — 41L& (inducible nitric oxide synthase/nitric
oxide ,iNOS/NO) .COX-2/PGE2 i 4 55 J 5 T B2 FT- 1] & e
FHE MY IDD ZH] 1 56 F 8 4 i 45 A0 T KRB IVD 19 NP =
& B INOS/NO #l COX-2/PGE2 1353k i 210, i AGC
A COL I Yy e 3A M W REAR . A A NG-B P B -
A 2R B 1R+ (NG -monomethyl -L-arginine monoacetate
salt, L-NMMA ) (— % fb &0 & BUmE 30 61 500 ) A 3G 25 1R 4h
(COX=2 HiHil 30 ) J5 s DI IR AT 1R 15 5 (9 IDD 45 51 3t
AGC Al COL I # 43 ¥k 52 & ik o A xE & B ,iNOS/NO FI
COX=2/PGE2 W% 5 1IVD T AGC #1 COL L i3k /b % 1]
HH

£ b ,PGE2 Hl COX-2 iy & g ] Jn & IDD, #H i
Hifli ECM & = F 4%, 2 T PGE2/COX-2 i ECM 1R Ay
EAEALEI AN T T, (H R 0T LR (S AT TS JE R R
%, UG G N JE M PGE2 AT COX=2 1] Ak 3 ECM
A% 34 DA T S 3 4 28 IDD W9 VE R .

5 COX-2

COX=2 J& PG £ By At , [ B J — Fhifs 2
1R PGE2 £E i, 76 4& M b 98 95955 19 & A FUR J mh i &
B, BT L COX=2 il PGE2 3¢ & +43 5% by Al i fir 42
KB Lin 45 A5 W5 st PO BRAT B R] LL3E o 300 iNOS/
NO 1 COX-2/PGE2 # /> AGC #1 COL II o #J LA iF B 3 —
R, Tellegen “FHff B BEFE 1 COX=2 40 il 391 2 ok 1 A b 28
iR AE NP 4 it J5 W RF 22 B AL PGE2 LA & MMP -13 Fil
ADAMT-5 B33k, J-8 I COLT (AGC %5 9 &2 , M i 5]

HEZE DD MAEHT

g5 Itk ,PGE2 il COX-2 ¢ & &%, % ¥l
AR 0 & 0, B AN P Gl iR BA BT R B COX -2,
M REAR PGE2 1 25 ) T 28 7R I IR 1 8 5% 0 e | 41 280k
A AT 22 R IDD 8 BP0 ARG 7EAS AR R ZEBE T A A
I%%5 01 TR &4 LI 2i Ittt | 45 1DD A BT R i i .

6 FHUWEKETF

Ak K K F (transforming  growth factor, TGF) AJ &
P AR 5 K i /N T AN B gk 4 200 A A o0 40 i 4 | H:
HRE LN B B R R W, MRS TGF #8515 1Yk
B, TGF-B T Z R R R (W 3k e IR AE R k& 1l
SR KR TR AT T R A EEAEM, MifdZ 5 ECM
143 BTV 0 A6 5 B0, I e A5 PIRY d A iR AF IVD R A )
74 % NP N IE S TCF-B1, 54 M4 L, TCF-B1 4b
P COLT & f T, k2% IDD, SR 1M, i 77 1 20258 id ML
AR A5 30 A7 A D) AR A AR S OB TGR-B1 5 k2 1
IVD W, W %2 52 46 3h W) R Wil i 5 4% % ML 12678 4k, R B
EA TGF-B J5 A B 7 1DD k2

S5 AP IE, 3T Ak TCF-B3 1E A e A K
05 — R 51 T 71z X . Risbud &P 5T & 3
TGF-B3 il 13 #7% ERK {55 i B 4k 5 ECM & 1 LA & 40 Jifd
B i Bk S8 A i )2, Haschtmann 5559% 81 TGF-
B3 Ml Ak AGC ik , I #HI T COL T 1A, I A fg B 1k
IVD B &Pk,

WA R RS AR S5 e, BE LA ILE
W WF IS RO X . A K7 2 FEE TR
IVD, {H 1% %) i A IDD 45 i A4 55 128 1075 B DL % 2 75 H.
A G A M AR, BeAh  TGF i A= 4 S 40 i F 2 ik
PLEREE AL IDD B ARAS R, ¥ AT BEXT TGF /492 # i M AE
FIE R . T LL TGF ZEVR X T IDD 5% 3 6 2] fuf A £

FH AT il 8 T R RIS 52 98 BE AR EATBF 5T
7 Hit
71 THHEy

T4 & y(interferon—y , IFN—y) £ 2 B WE 4R A1 T
Y1653 00, 7E TS G g D RE O T R PR AT BRI
PEAET HEAE AR IS AR (Y S A — B B2 BE A RS
UEB TFN—y 72 1R A8 /Y TVD & £ Th 5 9% B4R 28 i TVD
oIt A B, Yang 45 GO % IFN—y VR 0B B SR A
RAW264.7 B g4 @18 M1 BEmggninRas, 5 KR
AF 50 NP 40368535, 5 T0 IFN—y (14 5 0 40 i 41 DL & TG
I3 B F7 FE 2 (RBP4 (o 0 IR 4L ) AR B R 5 R R, 5
FA R A L, J0 IFN—y B W 240 2 P 25 A2 B3 i 17
TNF —a . IL-1B.COX =2 MMP -3 MMP —13 . ADAMT -4 #iI
ADAMT-5 5/ 35, i IFN—y 15 105 40 it 26 00) & 3% 34
[ A, bR & B AT BE S ER A% TDD 955 B 20 T 2 12 {1 455
Bl It mT B A HE 2 B A O I R IR T SR A R R
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JI§ Z %% (lipopolysaccharide , LPS) J& —Fi N % & , 5 40
e 1 1Y) Toll #£3Z 1A 4 (toll-like receptor 4,TLR4)%5 4 J5
X B AN A R B Z A A YRR, dndm ) ECM 5 e,
Han “5S81] LPS 4b 31 G 2F 4E 36 T 4 i J5 , PGE2 & il #%
R )% M B1 (high mobility group box protein 1,HMGBI)
BB, &AE R 7 (IL-B1.1L-6 ,COX-2 Al TNF-a) LA K
43 figk A% 30 B (MMP=3 A1 MMP-13) #3534 Jin, i COL I #n
COLII W BEA% . PRtk 4l LPS BT i75 5 11 43 fifk AR 00 3 i
S R, AT BB JE AEZE IDD (A7 AU S . Han 5 S7E
& LPS M85 32 3 hoin A W WIS ,PGE2 1 HMGBI1 )
PR D A il AR VR 5 T S AR R R
OB AT A3 ok BEL T LS 37 5158 1 AR 38 2k 465 e #4504
H, TR 3 WY LPS Al A S iR 7 38 5 SE 22 1IDD, iX JC 5t K
IDD AR YT 2 A 1T 8%
7.3 JEFREEH 3

FE R M 3 (matrilin=3, MATN3) J& 5& i 48 19 % 1% 19
— 5t R AR R ECM 1, B A S E A EEY, Lu
A0 B MATNS 3@ 3 i S IL-1 52 45 B0 0] /7 3 i COL
LA AGC & 1L, [F) i 0 il MMP-13 ADAMTS-5 %33k
PR, MATN3 847 20 0- 4 ECM, 4E5F COLIL AT AGC 1 %
L A0 RAE L, AN, Guo FEOUE J B IR T AR
P T 40 0 (urine —derived stem cells, USC) #h b & (USC -
exos) M MATN3 W] i 33 # 7% TGF-B, ## & SMAD & H
(drosophila  mothers against decapentaplegic
SMAD) Fil AKT f) 4 2 1 7K - LA SE BT 5 2 i 10F 400 i 4
AT ECM 3835 4E J X JEBE iR Y7 1DD £ 4 1 iy L

protein,

8 NEE5RE

HRAER F 5 IDD B UIHIOC, Ho& A A b &5
ECM 7 i AR i % X 2B DD, A 50 T k4
FIZIAR Ak 0 TL-1 A1 TNF-o 55 198 23 it ECM [ fift
JEMH ECM 4 a%, BE TN IDD . B AR 45 T ATF 9 6 W 4%
SE T 5 1DD Z [ M HLHI 2 B2 44, B 5 0E B 38 2o f]
T R S 53 B 5 o 3R A8 R Y PR M L R AT T AGE 2o
HE Tl B 3 1 B AIF 7 K A Sk g 48 [H - X TDD A % {4 B2
Wi )y 25 HARXS ECM AR 7 25 i 2, DA 22 42X P i e
L G K AR R W SE R A, Ol IDD WY AE LR T & R OR
B, M2 B IR AR RE 7 5 1DD Z [ Y
RRZWDEN XX F FHAEZSAYT 1DD W AR K 259
SN E W EIEE
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